Patients with severe exocrine pancreatic insufficiency display steatorrhoea -that is, malabsorption of fat. The steatorrhoea has been considered to be the result of impaired lipolytic activity in the duodenal juice. Regan et al,' however, have suggested that reduced intraluminal bile acid concentration and impaired micellar solubilisation postprandially may also contribute to the fat malabsorption. These authors have shown that patients with advanced pancreatic insufficiency have a normal biliary secretion of bile acids but a low micellar concentration of bile acids because of precipitation of bile salts in the abnormally acidic contents in the duodenum. According to previous studies," the faecal excretion of bile acids is increased in adults with chronic pancreatitis and steatorrhoea. Nothing is known about the kinetics of individual bile acids, however, or the lipid composition and cholesterol saturation of bile in patients with chronic pancreatitis.
The aim of the present study was to determine the kinetics of the two primary bile acids, cholic acid and chenodeoxycholic acid, and the lipid composition and cholesterol saturation of bile in a series of patients with chronic pancreatitis because of alcohol abuse, with and without steatorrhoea. Great care was taken to exclude patients with coexisting diabetes mellitus and/or liver damage, because it is well known that both these clinical conditions may Address l'or corrcspon dlcincc: i)r KLIIt F illnarssoll. I)eprtmen ot MCLdiCilnc. tlhiddingc tUniv.crsis lospiiIl S- 
Results
Bile acid kinetic data are presented in Table 2 .
Patients with steatorrhoea had normal pool sizes and fractional catabolic rates (FCR) of both cholic acid and chenodeoxycholic acid. Also the synthesis rate of cholic acid was normal. The mean values of chenodeoxycholic acid formation and total bile acid synthesis tended to be higher than corresponding values of healthy controls, but no significant differences were obtained. Patients without steatorrhoea had normal synthesis rates of both cholic and chenodeoxycholic acid. The mean values of the pool sizes, especially that of chenodeoxycholic acid, tended to be lower than corresponding control values but the differences were not statistically significant. The mean values of FCR for the two bile acids tended to be increased, which probably reflects the fact that two of the patients were cholecystectomised. Data on biliary lipid composition and cholesterol saturation, obtained from the gall stone free patients (four without and seven with steatorrhoea), are presented in Table 3 . As cholesterol saturation of bile increases with age," it was necessary to relate the data of our patients to data from coni ponding age (Figure) . 
